A male child born at 31 weeks' gestation weighing 1.83 kg was seen 48 hours after birth with anuria and a distended bladder. This was initially treated by a suprapubic catheter and subsequent bilateral nephrostomies. IVP showed a relatively good functioning right kidney, but the left kidney was functioning poorly. A cystogram showed the presence of left ureteric reflux and posterior urethral waves.
A male child born at 31 weeks' gestation weighing 1.83 kg was seen 48 hours after birth with anuria and a distended bladder. This was initially treated by a suprapubic catheter and subsequent bilateral nephrostomies. IVP showed a relatively good functioning right kidney, but the left kidney was functioning poorly. A cystogram showed the presence of left ureteric reflux and posterior urethral waves.
At 24 days, he underwent a left loop ureterostomy at the same time as the valves were removed. He subsequently passed urine freely per urethram and his pseudomonas urinary tract infections were cleared with gentamicin.
At 54 days of life, he was discharged on septrin, but was readmitted nine days later with lassitude and vomiting; he had passed no urine over the previous twelve hours. On examination he had no fever. He was dehydrated, ashen grey in colour and hyperventilating. The left ureterostomy was not functioning and the right kidney was enlarged, tense and tender. The bladder was not palpable. Hvmoglobin 6.7 g/100 ml; WBC 13 700; blood pH 7.1; base excess -22 mmol/l; blood urea 118 mg/100 ml.
His condition improved with intravenous fluids, intravenous sodium bicarbonate and gentamicin; a subsequent IVP showed a right pelviureteric obstruction with hydronephrosis. The left side was not visualized.
Forty-eight hours later, the right kidney was explored and confirmed to be hydronephrotic with multiple cortical abscesses. The pelviureteric junction was blocked with white semi-solid material and a nephrostomy tube was inserted. A urine culture grew Candida albicans: the gentamicin was discontinued and he was given nystatin orally and via the nephrostomy tube. The tube blocked repeatedly, and one week later an attempt was made to do a right loop ureterostomy but the ureter tore across and had to be repaired. A second nephrostomy tube was introduced. He was now treated with amphotericin B infusions into the renal pelvis over the next ten days. The dose was 10 fig/kg per hour for the first five days and 2 ,ug/kg per hour subsequently.
After two days' treatment no candida was isolated from the urine and in ten days he was passing urine normally per urethram although he then developed a pseudomonas infection which was treated with gentamicin. The left kidney remained nonfunctioning and was removed sixteen days later, together with the left ureter.
Over the subsequent two years, his blood urea has remained normal his urine is sterile, and he micturates normally.
Comment
Yeast infection of the urinary tract is rare, occurring in up to 2 % of positive urinary cultures in cases of urinary tract infections (Price et al. 1967) . However, only a catheter specimen gives a reliable diagnosis and excludes false positives (Haley 1965) .
Candida is an opportunistic pathogen. The host often has impaired resistance. Normal serum is highly fungistatic. It contains siderophilin which chelates free iron needed for growth by candida. It also contains a specific antifungal factor (Harbach et al. 1970) .
Several predisposing conditions to renal candidiasis are known; extremes of age, con-genital renal anomalies, diabetes mellitus, steroids, trauma and major surgery, broad spectrum antibiotics, malignancy and its treatment (i.e. immunosuppression).
The proportion of male to female sufferers is 1:4. This is thought to be due to coincidental vaginal candidiasis, the shorter urethra in the female (Zincke et al. 1973) , and the distension of the ureters and pelvis in pregnancy.
Renal candidiasis can be a cause of hydronephrosis (Hurley & Winner 1963) . Yeast infections of the urinary tract are classified into 4 groups by Winner & Hurley in 1964 : yeast septicmmia, systemic candidiases with selective renal involvement, ascending yeast urinary infections and mycotic urethritis. The diagnosis of renal candidiasis is made on the following findings:
Urine is turbid; it must contain yeasts in a colony count greater than 1000 per ml (Goldman etal. 1960) .
Cystoscopy reveals a diffuse or even ulcerative hamorrhagic inflammation. Irregular white patches are present which contain yeasts when biopsied. The ureteric orifices are red, cedematous and gaping (Goldman et al. 1960) . The mycelia form balls which can grow to large proportions and cause obstruction to bladder, ureters and kidneys.
Treatment: Moderate success has been achieved with nystatin bladder washouts (Kennelly 1965 , Cowan et al. 1962 , but this was not found in our case. Many reports have shown amphotericin B as a very effective local antifungal agent (Price et al. 1967 , Shelp et al. 1966 , Blum 1966 , Goldman etal. 1960 .
When given systemically amphotericin B isnephrotoxic and poorly excreted from the kidneys achieving low renal concentration. Noxyflex has been suggested as an effective local antifungal agent (Littlewood 1968) . I have used this successfully as a bladder washout on a 32-year-old woman with an ascending yeast infection associated with vaginal candidiasis which was eradicated with magmilor pessaries.
General measures should include alkalinization of the urine. Yeasts have been known to grow less readily in alkaline media (Edebo & Spetz 1965 , Streja & Zaharia 1956 . Oral antifungal agents should be given if the gut is harbouring a reservoir of yeasts causing blood borne infection of the kidneys. Recent literature reports 5fluorcytosine as an effective oral agent (Scholer 1970 , Zincke et al. 1973 ). An existing local antifungal agent BAYb 5097 (Oberste et al. 1970 ) is also undergoing clinical trials for marketing as an oral agent. Testosterone in the plasma of normal men is mainly of testicular origin. After treatment for prostatic cancer by orchidectomy or suppression of testosterone synthesis by administration of compounds such as diethylstilboestrol, the main source of circulating testosterone is the adrenal cortex. Indirect evidence suggests that the adrenal cortex may be involved in some way with the natural history of prostatic cancer, and the possibility exists that it may be the direct or indirect source of secondary increases of plasma testosterone that is sometimes observed after a period of endocrine treatment in some men with this disease.
